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Background: Embolic stroke is a complication of Tako-Tsubo-cardiomyopathy (TTC), tran-
sient left ventricular dysfunction mimicking myocardial infarction without coronary culprit
lesion explaining the whole left ventricular dysfunction. Transient global amnesia (TGA) is
characterized by sudden onset of anterograde amnesia without compromise of other
neurologic functions.
Case report: A 57 years old female was admitted because of sudden confusion and loss of her
memory after emotional stress. TGA was diagnosed. Because of chest pain and laboratory
tests indicating myocardial ischemia, she underwent coronary angiography which was
normal. Within the following 24 h her memory improved. She complained about severe
vertigo and cerebral magnetic resonance imaging showed a recent ischemia in the left
cerebellum.
Conclusions: TGA is not a disease for the neurologists exclusively but also cardiac comorbid-
ities have to be considered and cardiologists should be involved in the acute care of these
patients in order not to overlook life-threatening diseases.
© 2018 Polish Neurological Society. Published by Elsevier Sp. z o.o. All rights reserved.
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journal homepage: http://www.elsevier.com/locate/pjnnsTako-Tsubo cardiomyopathy (TTC) is characterized by
transient left ventricular dysfunction, electrocardiographic
changes, and release of myocardial enzymes that mimic
acute myocardial infarction in patients without coronary
culprit lesion explaining the whole left ventricular dysfunc-
tion. An emotional or physiologic stressor frequently pre-
cedes the presentation. Although the pathogenesis of TTC is
unknown, the cardiac sympathetic nervous system seems to
play a role [1]. Embolic stroke from the transient hypokinetic
cardiac cavity has been described as a complication of TTC in* Corresponding author at: Steingasse 31/18 A-1030 Wien, Österreich, 
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characterized by the sudden onset of anterograde amnesia
(the inability to encode new memories), accompanied by
repetitive questioning, sometimes with a retrograde compo-
nent, without compromise of other neurologic functions [4].
TGA associated with TTC has been described in 6 cases
(Table 1) [5–10]. Furthermore, in a TTC-registry 4 patients
with TGA, are reported [11]. We recently observed a further
patient with TGA-associated TTC followed by a cerebellar
stroke.Austria.
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Table 1 – Case reports of patients with transient global amnesia (TGA) and takotsubo cardiomyopathy (TTC).
Author Age/Sex Trigger Comorbidities Sequence Complications
[7] 62/f Visit to a swimming pool Hypothyroidism, TGA 2 years
before
TGA-TTC None
[6] 69/f Health problems of the daughter None TGA-TTC Bradycardia
necessitating pacemaker
implantation
[9] 73/f NR Hypertension, diabetes mellitus TGA-TTC None
[10] 57/f Death of son in car accident None TGA-TTC None
[8] 66/f Death of sister because of
gastrointestinal hemorrhage
Hyperlipidemia,
Hypertension, gastric ulcers
TGA-TTC None
[5] 77/f Assault Hypertension, TGA 4 years before TGA-TTC None
Present
case
57/f Existential fear, neuronitis
vestibularis
Hypertension, ﬁbromuscular
dysplasia, stenting of the left
subclavian artery 7 years before
TGA-TTC Cerebellar stroke
Fig. 1 – Echocardiographic apical four-chamber view showing hypokinesia of the apical and midventricular parts (arrow) of
the interventricular septum.
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admitted to our emergency department because of sudden
confusion and loss of her memory after a telephone discussion
with her chief. She had a history of arterial hypertension since
7 years. Because of ﬁbromuscular dysplasia a stent had been
implanted into the left subclavian artery 7 years ago. One week
before the actual admission she had been hospitalized because
of a neuronitis vestibularis, which was treated by intravenous
glucocorticoids and physiotherapy. Clinical neurologic exami-
nation and cerebral magnetic resonance imaging were normal.
Under medical therapy, the symptoms regressed and she had
been discharged in the morning of the day when she was
readmitted in the evening. She was on a chronic medication
with acetylsalicylic acid 100 mg/d, folic acid 5 mg/d and
ramipril 5 mg/d. In the emergency department, she was
investigated neurologically and a TGA was diagnosed. She
complained chest pain during waiting in the emergency
department. The electrocardiogram showed ST-depressions
in the leads II, V5–V6. Troponin was elevated (272 ng/l, normal<14 ng/l) and she was admitted at the cardiological depart-
ment. Echocardiography showed hypokinesia of the apical
anterior wall, apex and apical septum (Fig. 1). Within the
following hours she repeatedly complained chest pain why
coronary angiography was carried out which showed normal
coronary arteries. Coronary angiography showed neither signs
for ﬁbromuscular dysplasia nor for spontaneous dissection in
the coronary or subclavian arteries.
Within the next days, the wall motion abnormalities
regressed and the patient's memory improved after 24 h.
However, she complained about severe vertigo. Clinical
neurologic examination revealed sore neck muscles exclu-
sively. Cerebral magnetic resonance imaging showed a
recent ischemia in the left cerebellum. After 10 days she
was discharged with only slight vertigo and a medication of
clopidogrel 75 mg/d, sertraline 25 mg/d and rilmenidine
1 mg/d.
She reported that in the days before admission she had
suffered from existential fear due to problems in her job and
n e u r o l o g i a i n e u r o c h i r u r g i a p o l s k a 5 2 ( 2 0 1 8 ) 3 9 4 – 3 9 6396impeding deportation. She recently had also lost her house,
and had been divorced 3y ago. She was also swamped by the
requirements of daily life. At clinical follow-up investigation 3
months after discharge, she is in a stable condition with well
controlled blood-pressure and started psychotherapy.
We propose the following hypotheses for this presentation:
ﬁrst, TTC occurred in response to a primary neurological event
manifesting as TGA; second, TGA was an atypical symptom of
a primary stress cardiomyopathy; or third, an unspeciﬁed
common mechanism concurrently caused TGA and TTC. The
ﬁrst hypothesis is not probable since our patient had been
neurologically investigated in the days before the onset of TGA
and normal results were reported. TGA as an atypical
symptom of a primary stress cardiomyopathy is also rather
unlikely since, like in the other reported cases (table), onset of
TGA preceded TTC. Thus, that the third hypothesis is most
probable.
The etiology of the cerebellar stroke was most probably
embolism from the hypokinetic left ventricular regions,
although no thrombus was visible echocardiographically.
Since the wall motion abnormalities resolved quickly no
anticoagulant therapy was prescribed. A further possibility for
the stroke etiology could be affection of the cerebral arteries by
ﬁbromuscular dysplasia, however, the magnetic resonance
imaging did not show any abnormalities in the cerebral
arteries.
The prognosis of TGA is generally assumed to be benign [4].
However, cardiovascular emergencies like aortic dissection or
TTC may be associated with TGA [12]. The clinical history in
patients with TGA is difﬁcult to obtain because of the amnesia.
Thus, recording of electrocardiogram, echocardiogram and
assessing of cardiac enzymes should be carried out in these
patients in order not to overlook a life-threatening disease.
Cardiac troponin T elevation has been described in a patient
with TGA and otherwise normal cardiac ﬁndings [13]. In that
case, it may be possible that troponin elevation was also due to
an ‘‘aborted TTC’’.
In conclusion, TGA does not seem to be a disease for the
neurologists exclusively but also cardiac comorbidities have to
be considered and cardiologists should be involved in the
acute care of these patients in order not to overlook life-
threatening diseases.
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